confocal experiments as evidenced in this example in which only SMI31 was used as a primary antibody while both Alexa-488 and Alexa-568 labeled secondary antibodies were reacted for visualization. Scale bar is 30 μm.
Supplemental Figure 2. More RIDNs than amyloid plaques in AD brain samples. (A)
Sections of AD postmorterm brain tissues were immunostained using antibody 6E10 for amyloid plaques (red) and antibody R458 for recognizing the C-terminus of RTN3 (green). (B) A floating section of 30 μm was double-labeled with 6E10 and R458, and 12 serial sections were captured. Significant numbers of RIDNs (green) were present but these did not coexist with detectable amyloid plaques (red). Although the possibility that the formation of RIDNs was due to the induction by oligomeric Aβ could be not excluded, the findings of abundant RIDNs in normal aged and Tg-RTN3 mouse brains indicate that their formation will not be solely dependent on the amyloid deposition. Scale bar is 75 μm in A, 10 μ m in B.
